Response
We would like to thank Drs Johnston and Czosnyka for their interest in our article. Here we respond to the issues raised.
(1) We agree that changes in arterial pressure could theoretically result in elevations in intracranial pressure, thus decreasing the actual cerebral perfusion pressure. Still, intracranial pressure was invasively monitored in all patients examined in this study, and no such elevations were observed, apart from the usual fluctuations (Ϯ2 mm Hg), so that this pathophysiological consideration did not alter our results.
(2) Cut-off for cerebral autoregulation: The Ͼ40% threshold was derived from the article of Tiecks et al, 1 in which static cerebral autoregulation (sCA) values as low as 42% were observed in patients without cerebrovascular or cardiac disease during elective orthopedic surgery under propofol anesthesia. Still, our conclusion that moderate hypothermia does not influence sCA was not based solely on the observation that all values measured were above this threshold, but rather on the fact that no significant differences or even a trend were observed between sCA values obtained under hypo-and normothermia in the same patients. We do not believe that a group of normals would in any way be appropriate as control group for mechanically ventilated, heavily sedated patients with severe cerebral infarction, as suggested by the authors. Moreover, as they point out, such control values are already available in the literature.
(3) Johnston and Czosnyka question the rationale of this study, stating that hypothermia results in vasoconstriction, so that sCA should theoretically increase. This statement is not entirely correct for a variety of reasons: (a) The only data currently available on this issue were derived from in vitro studies in isolated arteries; their applicability in humans in an in vivo situation should not be taken for granted. (b) We did not observe any changes in the flow velocities of the MCA when comparing baseline values to those obtained when target temperature was reached; furthermore, we never observed MCA velocity changes using continuous TCD-monitoring during hypothermia induction (D. Georgiadis, MD, et al, unpublished data). These findings dispute the presence of hypothermia-induced vasoconstriction. (c) Significant decreases of the cerebral autoregulation index were described by Doering et al in association with minimal (0.3°C) decreases in body temperature, 2 suggesting that hypothermia does indeed decrease autoregulation, despite theoretical pathophysiological considerations.
(4) Typographical mistakes in the 
